ABSTRACT The purpose ofthis study was 
Introduction
Extrinsic allergic alveolitis is a condition in which various inhaled antigens provoke a hypersensitivity reaction in the lungs of sensitised individuals.' The interaction of the antigen and the host response in producing extrinsic allergic alveolitis is complex and studies in animal models have shown that continued antigen challenge generally results in a waning of the pulmonary inflammatory response rather than progression of the disease. 25 Similarly, though farmer's lung may result in severe pulmonary fibrosis,6 7 the long term outcome after acute episodes may not be influenced by continued antigen exposure.89
Patients diagnosed as having pigeon breeders' disease, the extrinsic allergic alveolitis resulting from inhalation of antigens derived from pigeons, are usually advised to discontinue their hobby. Many, however, reject this medical advice and avoid doctors thereafter, so that the longitudinal course To assess further the longitudinal course of pigeon breeders' disease we undertook a follow up study of a cohort of 24 patients diagnosed 10 years previously.
Patients and methods
The population consisted of all the 24 patients we had identified during 1977 in a previous study as having the acute form of pigeon breeders' disease. ' 
Results
The 24 patients had a mean age at the time ofdiagnosis of 40 (range 20-58) years and one was female. No one was a current smoker but eight were ex-smokers. Three were unwilling to attend for study because they were no longer exposed to pigeons and were now symptom free: two had lost interest in the hobby and one had discontinued pigeon fancying because of his original symptoms. Twenty one attended for full reassessment: 18 of these had continued regular contact with pigeons and three were no longer exposed (two because of symptoms). Indices of the intensity of their exposure to the birds are shown in table 1. Though the number of pigeons kept had increased over the 10 years (p = 0-012), fanciers now spent less Longitudinal course ofextrinsic allergic alveolitis related to birds 
Discussion
In this study most subjects had continued to keep pigeons, but the symptoms related to avian exposure had improved rather than progressed over the 10 years since they presented with acute pigeon breeders' disease and only four showed residual abnormalities on pulmonary function testing or chest radiography.
None smoked at the time of diagnosis, which supports previous reports of an inverse relation between smoking and extrinsic allergic alveolitis.'8 9 All remained non-smokers, yet three developed chronic bronchitis and one showed evidence oflarge airways obstruction, indicating that pigeon breeders' disease may affect the bronchi in addition to the pulmonary interstitium.
No patient had developed appreciable respiratory disability. Fanciers had attempted to regulate their exposure to pigeons by measures such as the use of masks, but this is unlikely to explain the benign course of their disease as the persistence of high levels of antibody to pigeon gammaglobulin suggests that considerable antigen exposure was still occurring. Extrinsic allergic alveolitis is not a uniform disease but rather a complex syndrome with a varying intensity of response to different provoking antigens and differences in clinical presentation and subsequent course. The particulate nature of the antigen in farmer's lung evokes a vigorous foreign body reaction with fibrosis and destructive histological changes, whereas the soluble avian antigens induce a less intense response.' Direct comparisons between the prognosis of farmer's lung and of pigeon breeders' disease may therefore be inappropriate. Different clinical categories of extrinsic allergic alveolitis have been described. Fink et al 10 devised a classification based on "acute," "subacute," and "chronic" forms of the disease, whereas Boyd et al2' emphasised the dynamic nature of the different symptom complexes and described patterns of "acute progressive," "acute intermittent non-progressive," and "recurrent nonacute" disease. The form and course ofthe disease may be determined by factors such as the intensity and frequency of antigen exposure, the severity of the first attack, and host factors governing immunological responses. Low grade, protracted antigenic stimulation such as occurs in relation to domestic budgerigars leads to an insidious disease, but intermittent intense exposure such as occurs in pigeon fanciers gives discrete clinical episodes. Subacute or chronic forms of the disease, which are characterised by the insidious onset of dyspnoea without typical acute symptoms, appear more likely to result in irreversible pulmonary damage.'02'
There is a dichotomy in published reports between "good" and "poor" outcome with regard to the extrinsic allergic alveolitis of both farmer's lung'9 and pigeon breeders' disease.'>'3 The clinical picture is distorted by the self regulatory effect of symptoms, in that the patients with worse symptoms are likely to modify their antigen exposure and those with "acute progressive" disease will usually need to stop their exposure completely. Nevertheless, extrinsic allergic alveolitis undoubtedly regresses in some people despite continued antigenic stimulation. This is an intriguing phenomenon that remains difficult to explain adequately but has been confirmed in several animal models of the disease, where repeated antigen challenge has resulted in a waning rather than a progression of the pulmonary inflammatory response.2"S These animal models suggest that true immunological tolerance is not the explanation and this is supported by the persisting high antibody levels found in this study. Altered handling of the antigen may be an important factor. Braley et a22124 showed that the amount of antigen absorbed across the alveolar capillary barrier was reduced in sensitised animals, though permeability to other proteins was increased and higher levels of metabolites were found, suggesting increased pulmonary metabolism of the antigen.
This study has shown a favourable long term prognosis for patients with the acute form of pigeon breeders' disease. The predominant pattern was of "acute recurring non-progressive"'8 disease, in which a state of equilibrium between host and antigen was achieved, with no deterioration in clinical condition over many years despite continued exposure to antigen and a persistent antibody response. Whereas doctors appreciate that it is often difficult for farmers to discontinue antigen exposure as their livelihood is at stake, they are often unsympathetic towards pigeon fanciers who wish to continue their hobby and, as a result, fanciers are generally reluctant to seek medical advice. Complete cessation of antigen exposure remains the safest advice for patients with pigeon 418 breeders' disease, but it may not be necessary in all cases. Regulation of exposure by use of masks and changes in methods of animal husbandry may be helpful in reducing symptoms, but careful supervision of the evolution of the clinical, physiological, and immunological changes will be required to detect those fanciers who can safely continue their hobby.
